type Ca 2+ conductance. We studied voltage-dependent inward currents in isolated ICC.
24
ICC displayed two phases of inward current upon depolarization: a low voltage- propagate slow waves actively in gastrointestinal muscles (4, 11, 19, 25, 28, 33, 36) .
55
Slow waves conduct to smooth muscle cells via gap junctions, but smooth muscle cells 56 lack the ionic mechanisms necessary for active propagation of slow waves (30). Most investigators agree that propagation of slow waves through networks of ICC 71 depends upon a voltage-dependent mechanism (5, 15, 34) , but the precise mechanism 72 has been controversial. It is clear that propagation depends upon gap junction coupling 73 between cells because β-glycyrrhetinic acid, which does not block pacemaker activity in 74 individual cells, blocks the ability of slow waves to spread cell-to-cell coherently (27) . It 75 also appears that the voltage-dependent step includes, or is reinforced by, release of 76 Ca 2+ from IP 3 receptor-operated stores because 2-aminoethoxydiphenyl borate and 77 xestospongin C block slow waves and propagation (8, 21, 27, 35 
Results

193
Characterization of two types of inward currents in ICC potential from +41.9 ± 0.6 mV to +57.5 ± 0.4 mV (n=5) (Fig. 1D-1F conductances.
229
We also examined the pharmacological profiles of the Ca 
247
Because of the importance of T-type conductances in slow waves in intact muscles (37),
248
we concentrated the remainder of the study on this component of inward current. with a mean slope of 12.1 ± 3.7 mV (Fig. 5B, n=5 ).
265
Next we tested the temperature sensitivity of the T-type Ca
because this is an important property of T-type Ca 2+ channels (13).
Step depolarizations 267 were applied repetitively from a holding potential of -80 mV to -30 mV (Fig. 6A ).
268
Increasing temperature from 20°C to 30°C increased the amplitude of the T-type Ca
currents from -7.0 ± 1.9 pA to -19.5 ± 3.8 pA (Fig. 6B, Cacna1g is also expressed in ICC but at a lower level in comparison to Cacna1h.
283
There was negligible expression of Cacna1i in either ICC or SMC (Fig. 7B ). the slow wave upstroke slope (Fig. 8B) . Figure 8C shows the average change in 296 maximum slope before and after Ni were not decreased significantly by reduced temperature (Fig. 8D & 8F ICC, because at -40 mV the conductance was less than 10% available for activation.
340
Propagation of slow waves in intact muscles is also strongly dependent upon a Ca 2+
341
entry mechanism that appears to be consistent with a T-type Ca 2+ conductance.
342
Nifedipine had no effect on slow wave propagation rate or upstroke velocity, but Ni 2+ 343 progressively decreased these parameters and blocked propagation at 100 μM (1 explains cell-to-cell propagation of slow waves in ICC networks.
